Introduction
Them is now increasing evidence to suggest that pro-inflammatory cytokines derived from various subsets of T cells play a maior role in the induction of allergic inflammation of the lungs. Additionally, cytokines derived from other cell types such as mast cells and eosinophils may also be of importance in the maintenance/persistence of this disease. This review discusses the interactive cytokine networks that exist in the lungs, which are believed to play an important role in the aetiology of bronchial asthma.
recently, attention has been focused on the role of lymphocytes in the pathophysiology of this disease. In severe acute asthma, an increase in the number of T cells expressing the activation markers HLA-DR, CD25 and VLA-1 has been reported. 2 The realization that CD4 + T cells can be committed to 8 Furthermore, IFN-7 has duction is associated with an increase in splenic been shown to prime cells for further IFN-7 pro-mRNA for IFN-T. 77 This hypothesis has recently duction. In vivo, IFN-7 has been shown to inhibit been supported using human CD4 + T cells, the recruitment of eosinophils to the lungs of showing IFN-cz increases the frequency of IFN-7 sensitized mice. 69 Moreover, anti-IFN-7 poten-producing CD4+ T cells and antagonizes the tiated the antigen-induced eosinophil accumulasuppressive effects of IL-4 on IFN-7 production. 7 tion, suggesting that endogenous IFN-7 secreted As a consequence, both IL-12 IFN-7 and IFN-cz following aerosol antigen provocation acts to may favour the induction and maintenance of inhibit mucosal Th2 immune responses.
. 9 It has Thl cells and counteract Th2 driven allergic reactherefore been proposed that the balance tions (Fig. 1) . 
